Chylous ascites is a rare form of ascites characterized by milky peritoneal fluid rich in triglycerides due to the accumulation of chyle in the peritoneal cavity. This affliction occurs as a result of a disruption of lymph flow associated with traumatic injury or obstruction of the lymphatic system. There are various causes of chylous ascites, such as lymphatic anomalies, malignancy, cirrhosis, infection, trauma, surgery, and nephrotic syndrome. We report a rare case of an 81-year-old male with sepsis caused by bilateral pneumonia who presented with chylous ascites.
the peritoneal cavity. [1] An elevated triglyceride (TG) level is therefore important in diagnosing CA. CA develops secondary to traumatic injury or obstruction of the lymphatics, causing the leakage of chyle through the walls of dilated lymphatic vessels or a lymphoperitoneal fistula. [2, 3] CA is caused by diverse conditions, including abdominal malignancy, lymphatic anomalies, liver cirrhosis and nephrotic syndrome. [2] [3] [4] There has been no case report of CA developed in a patient with pneumonia and accompanying sepsis. In the present case, we describe for the first time CA developed in an elderly male patient undergoing intensive treatment with mechanical ventilation and antibiotics for pneumonia and accompanying sepsis. His CA was treated conservatively with fasting, total parenteral nutrition (TPN), subcutaneously injected octreotide, albumin infusion and continuous drainage of the fluid. We also reviewed the related literature.
Case Report
An 81-year-old man presented to the emergency department with dyspnea and a three-day history of fever, cough and sputum. The patient had a medical history of hepatitis B and had been taken care of in a convalescent hospital for two months due to dementia. On admission, his vital signs showed a blood pressure of 120/70 mmHg, a pulse of 92 beats per minute, a respiration rate of 34 breaths per minute and a body temperature of 38.7℃. The patient had bilateral lung crackles at auscultation, but no abdominal distention or edema. His chest X-ray demonstrated consolidation of both lungs (Fig. 1) .
Laboratory findings on admission were as follows: white blood cell count 4,160/μl (neutrophils 86.9%, lymphocytes 9.3%), hemoglobin 11.7 g/dl, platelet count 158,000/μl, protein The pleural effusion was therefore confirmed as a parapneumonic effusion that is exudative and neutrophil-dominant.
CA was treated with TPN in combination with fasting, drainage was steadily performed through a pig-tail catheter that was inserted into the abdomen, and administration of octreotide, somatostatin analog, was started. A post-drainage abdominal CT imaging showed reduced accumulation of ascites but no other findings such as cirrhosis, mass and portal vein thrombosis (Fig. 4) .
A portable transthoracic echocardiogram also revealed no hemodynamic abnormalities such as heart failure or pericarditis.
Octreotide was injected subcutaneously at a dose of 0. In investigating the causes of CA, serum-ascites albumin gradient (SAAG) should be calculated to decide whether or not the ascites is related to portal hypertension. [3] In our patient, the SAAG was a borderline value of 1.1 g/dl, blood cell counts during the hospital course showed thrombocytopenia and anemia, which resulted from sepsis, frequent blood sampling, nutritional deficiency and other factors, and mild elevation of liver enzymes are more likely due to sepsis rather than liver disease.
CA is a milky, alkaline, odorless, sterile fluid and triglyceride levels in CA are typically 2-8 times higher than those in plasma. [6] CA has TG content of more than 200 mg/dl, although some researchers used the cutoff of 110 mg/dl. [3] Smears of CA stained with Sudan III show fat globules and white blood cells with a predominance of lymphocytes. [5] In this case, ascitic lymphocytes were 58% of leukocytes and TG content was 163 mg/dl, which exceeds the cutoff of 110 mg/dl and is 1.52 times higher than 107 mg/dl in plasma. It is however presumed that the administration of albumin for hypoalbuminemia and diuretics for edema control affected laboratory data on blood, pleural effusion and ascites. CA combined with pneumonia and accompanying sepsis has not been reported to date. Here we report a rare case of CA developed in sepsis caused by pneumonia and suggest a possible development of CA when ascites occurs in patients undergoing intensive care for sepsis.
